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Effect of dehydroepiandrosterone on rat osteoblasts in vitro
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[Abstract] Objective  To investigate the effect of dehydroepiandrosterone (DHEA) on rat osteoblasts in
vitro. Methods  Rat’s osteoblasts were separated and cultured in vitre. Osteoblasts of first generation were treated
with DHEA at different concentrations {10%, 107, 10" mmol/L) for 72 h, E; at 10® mmol/l was adopted as positive
control, and blank control group was also set up. The biological characteristics of osteoblasts were evaluated by
phase-contrast microscopy and alkaline phosphatase (ALP) histochemistry. Proliferation ability of osteoblasts was ex-
armined, activity of ALP was determined, and area and area ratio of mineralized nodes was also measured through low
power microscopy alter being stained. Results Compared with blank control group, proliferation of osteoblasts trea-
ted with DHEA at different concentrations was raised, especially those treated with DHEA 107 mmol/L(F<0. 01).
There was no significant difference between the osteoblasts treated with E; and DHEA at different concentrations (P
>0.05), ALP activity of the groups treated with DHEA at different concentrations, especially the group treated with
DHEA 107 mmol/L, was higher than that of blank control group{P<((0. 01). There was no significant difference be-
tween treatment with E; and DHEA 107 and 10° mmol/L (P>>0. 05). ALP activity of unit cell population treated
with DHEA 107 mmol/L was higher than that of blank control group (P<Z0, 05). Area and area ratio of mineralized
nodes was much higher in groups treated with DHEA at different concentrations (P<0. 01)and the effects were simi-
lar to that of E2{P>>0.05). Conclusion DHEA could stimulate the growth and proliferation of rat’s osteoblasts in

vitro, raise ALP activity, and promote the deposition of bone mineral in skeleton,

¥k 6 W . 2007-01-04

¥4FH, LT HE % E(No 034118946)

fedf B 42,200233 LRH, LALAASHREAARERZFERACER BEH),200032 L¥, LREAXFRHEFFRNCRE X,
EX E

EEMN R L Q9210 AL HTHXA ESE L, ERALANE . EHRWT,

HAfe A H #E, Tel; 021-64369181-8475 , E-mail ; sunyipings@ medmail, com, en



PHEFZLREERRE 2007F 108 £6% B5H  Chin ] Mult Organ Dis Elderly  Oet 2007 Vol 6 No 5 e 335 -

[Key words) dehydroepiandrosterone; osteoblast; proliferation

1% &, 3= H M (dehydroepiandrosterone, DHEA)
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BRA 1SH BRI 20s, CEH LA FAR
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60 min, #E{H L, 5L 1000 rpmX 10 min, F L
BEMAZBERE GRARBR. BB L2ZX
10 /em® A F 25 em® EFHEHE, B 5% CO,, 37C
ZETHEF 24b FHRE—K. LGS 2d HHB—K,
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+ 336 - MEEELRTERAG 20071E10B E6#% E5H  Chin ] Mult Organ Dis Elderly  Oct 2007 Vol 6 Na 5

PE 30 min, HRKRRWE. LET RS, M4
ROHREW, REEHEPRER. GRXTF
20pm RibR N, BEEETHRE N ETFNTHER
My feEm L. G4 20~ 0E,

L5 ##$4® HEUNHIHREERR.RA
SPSS10. 0 ZEH T F £ 1.

2 5 R

2.1 REHEBEFLIN FERYKRERELIR,
ROBUBRAZEMES, 3w 3~5d, Hl1E
BHA AEZHRS R K EE, Mo .
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& LR A B9 B4R R DHEA Fol 8% —
REBREHE OB R, 7% ALP IS #:. FRE 75
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